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[ Abstract] Tissue remodeling is a common pathological process of many cardiovascular diseases. There is no effective treatment to
reverse or delay tissue remodeling, which is a potential chronic life threat factor for patients. Tenascin-X (TNX) plays an vital part in the
occurrence and development of many cardiovascular diseases, such as aortic valve calcification, aortic aneurysm, fibrosis and atherosclerosis.
TNX,as a member of the multifunctional glycoprotein family-tenascins, is the only subtype found to play an important role in structure. TNX
can directly or indirectly connect with extracellular matrix which provide biomechanical support for connective tissue, and regulate cell
communication to involve in cell adhesion and proliferation. On the mechanism, TNX may makes an effect on TGF-B/Smad signaling pathway
to adjust the expression of extracellular matrix and participate in tissue remodeling and fibrosis, further interfering with the progress and
prognosis of cardiovascular diseases. Therefore, TNX can be an effective biomarker for the diagnosis and risk classification of cardiovascular
diseases.
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